during the survey had no dysmorphic features-47,XXY (two), 48,XXYY, 46,XX 15q-, and 46,XX,t(X;19). One dysmorphic boy had a balanced translocation 46,XY,t(3;15). Three were already known-47,XX+21 (two) and 46,XY, 14q+.
We suggest that routine karyotyping of children with mild mental retardation be considered.
Chromosome abnormalities are known to be an important cause of severe mental retardation. Methods. Chromosome analysis was performed as part of a wider survey. Information collected for each child also included details of pre-and perinatal history and early development. A subjective assessment was made of the social conditions at home and parental ability; these were classed as superior, average, or poor.
With the written permission of parents, the children had a detailed clinical examination at 223 I; The girl with karyotype 46,X,t(X;19) fell within the range of borderline intelligence-IQ 74. Mental retardation is not invariable with X autosome translocations but was present in six out of 66 cases reviewed.'4 Despite a history of very heavy alcohol intake by her mother during pregnancy, she showed none of the physical signs of the fetal alcohol syndrome, but one cannot exclude this as a contributory factor in her retardation.
The deletion of chromosome 15 found in one child is similar to that described in association with the Prader-Willi syndrome. '5 This girl had, apart from her retardation, no features of the syndrome. She had an Apgar score of 4 at five minutes after delivery and was in the special care nursery for a week thereafter, but there was no history of hypotonia or motor developmental delay. She was heavily built, but not unduly obese, and did not have an exceptional appetite. Schwatz reviewed 15 cases with similar deletions of 15q; while 13 of these were hypotonic, the only feature common to all was mental retardation.16 This girl's retardation is probably due, at least in part, to the chromosomal deletion.
Fragile X chromosome in one out of 166 children in this study does not reflect the prevalence of fragile X found in other studies of ESN/M children. Blomquist, having found the fragile X chromosome in five out of 110 mildly mentally retarded boys, concluded that, next to trisomy 21, the fragile X syndrome is the most common single identifiable cause of mild mental retardation in boys.'7 Hecht recommends that 50 cells, 10 banded, 40 unbanded, should be checked to detect the presence of fragile X.18 In this study 30 cells were examined from each specimen. This may have reduced the level of detection but is a possible, rather than probable, explanation for the low prevalence of fragile X in these children. The selection policies of different education authorities could affect the prevalence of certain conditions in school children receiving special education.
This study of an unselected series of 166 mildly retarded children has detected a prevalence of chromosome abnormalities of 5%. Only one of these abnormalities, the balanced (3;15) translocation, carried a familial risk. We find, however, that a medical 'label' often helps parents to accept their child's need for special education. We would suggest that consideration be given to karyotyping all children referred to ESN/M schools. 
